Chylothorax in association with multiple myeloma has not been reported previously. We report the first case.
Case report A 73-year-old woman had presented 21 years earlier with hyperchloraemic acidosis and hypokalaemia found to be due to distal renal tubular acidosis which was associated with nephrocalcinosis and polyclonal hypergammaglobulinaemia. There was no glycosuria, aminoaciduria or phosphaturia. She had been maintained on treatment with sodium bicarbonate and potassium citrate. Latterly, for some six years, she had had intermittent hypercalcaemia (between 2.8 mmol/l and 3.4 mmol/l). The serum phosphate, alkaline phosphatase, creatinine, urea and electrolytes and parathyroid hormone were repeatedly normal. Liver function tests, gammaglutamyl transferase and albumin remained normal. The total serum protein was raised in the range of 80 to 90 g/l. Serum electrophoresis revealed a polyclonal rise in IgG. The immunoglobulin values were all within normal limits. The peripheral blood showed normochromic, normocytic appearances with some rouleaux formation. The ESR (Westergren) had been raised between 45 and 90 mm for many years.
Multiple myeloma was suspected but examinations of serum immunoglobulins, urine for Bence-Jones protein and bone marrow aspiration and trephine failed to confirm this. Isotope bone scan and radiological skeletal survey were also normal.
Five months before her death she was admitted complaining of weight loss and dyspnoea. Examination revealed a large, right-sided pleural effusion but no other abnormality. Pleural aspiration showed milky chylous fluid. Cytological and bacteriological examination, pleural biopsy and fibreoptic bronchoscopy failed to identify the cause.
The haemoglobin level which had been 11 g/dl for many years fell to 8 g/dl. There was no evidence of haemolysis. Serum haptoglobin was normal and tests for intravascular or autoimmune haemolysis were negative.
Subsequently she complained of back pain and developed tenderness over the T12 to L2 vertebrae, together with a mass in the left loin. Further screening for myeloma, including bone marrow aspiration and trephine, was again unrewarding. Liver and pancreas isotope scans and tomograms of the vertebrae T12 and L2 were normal, although a repeat bone isotope scan revealed decreased uptake over T12. Thereafter her general condition deteriorated rapidly and she died.
Post-mortem examination revealed a malignant tumour consistent with myelomatosis, adherent to and partly replacing the vertebral bodies from T10 to LI, and infiltrating the right psoas muscle, the diaphragm and the right pleura. Medullary sponge kidney was also noted.
Discussion
This patient had renal tubular acidosis for 21 years. An ammonium chloride load test had confirmed defective acidification and, as nephrocalcinosis and a persistent alkaline urine were present, it appeared that the patient had distal tubular acidosis rather than a proximal type1. There were several potential causes for her renal tubular acidosis, notably multiple myeloma, hypergammaglobulinaemia, nephrocalcinosis and medullary sponge kidney2. The last appeared to be the most likely. The patient was known to have polyclonal hypergammaglobulinaemia for many years. It is recognized that some cases of benign paraproteinaemia can remain constant and in good health for some years before undergoing a rapid change into overt myelomatosis3. Only 0.3% of cases of myeloma fail to show monoclonal gammopathy or Bence-Jones proteinuria3.
For the diagnosis of myelomatosis to be made it is recommended that two out of the following 3 major features should be present: characteristic radiological appearances, a monoclonal paraprotein in the serum, urine or both, and myeloma cells in the bone marrow4. Our patient had none of these features but underwent a period of aggressive malignant transformation heralded by a chylothorax, which until now has not been associated with myelomatosis. 
